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rejected because Tl did not decrease GSH concentraAlthough there was no decrease of GSH concentration in renal tissue and enhanced GSH concentration tion in renal tissue in Tl-treated rats [3] , we tested the did not ameliorate Tl nephrotoxicity. Decreased GSH effect of N-acetylcysteine (ac-cys) and buthionine concentration did ameliorate Tl nephrotoxicity by sulfoximine (BSO) on Tl-induced proteinuria. At 12 h accelerated Tl excretion. after ac-cys (corresponding to the time of Tl adminisThe molecular mechanism which works in Tl toxicity tration in diuresis experiments), GSH concentration remains to be clarified. was significantly enhanced in renal tissue (see the table in Figure 1 ). Repeated administrations guarantee continuously high GSH levels for >36 h after References the administration of Tl. Nevertheless, there was . Xenopus suited model for the renal proximal tubule and their laevis oocytes were injected with in vitro synthesized cRNA encoding for flounder renal organic anion transport (fROAT ) as described [5] , and oocytes were examined by means of a two-electrode voltage clamp
Fifth Congress of Nephropharmacology showed no significant effect on V m and G m (n=12-16) ( Figures 2 and 3) .
Differentiated LLC-PK1 cells have been shown to express SGLT1 as well as SAAT1 [6] [7] [8] . Therefore, a depolarization accompanied by an increase of G m was expected if D-19575 was transported by these systems.
Because LLC-PK1 cells are lacking organic anion transport [9] , we assayed X. laevis oocytes expressing fROAT [5] for possible D-19575-induced currents. D-19575 as well as a-D-glucose (1 mmol/l each) elicited barely detectable currents at a clamp potential of −60 mV, whereas in the same oocytes, the p-aminohippurate (PAH )-induced current (0.1 mmol/l ) was −10.3±5.7 nA (n=6).
Conclusion
In summary, we show in renal proximal tubular LLC-PK1 cells an effect on V m and G m by the cytostatically active metabolite IFM indicating interference with cell metabolism. We were able to demonstrate the electrical equivalents of Na+-coupled glucose transport in LLC-PK1 cells. We could not observe effects by D-19575 on either membrane voltage or ion currents indicating that D-19575 is not transported like glucose, which is in contrast to previous findings [10] . Because D-19575 shows no direct effect on the membrane voltage or ion D-19575 is not directly cytotoxic, which is in contrast to previous findings [2] . From the physiological point of view we doubt the usefulness of cytostatic drugs mammalian Na+/amino acid cotransporter with sequence simil-
